There is evidence from the study of twins (Lenz, 1963; Carter, 1969) of a genetic predisposition to certain diseases, in particular pulmonary tuberculosis. But there are apparently no published reports of an association of pulmonary tuberculosis and ABO-Rh blood groups, haemoglobin, and immunoglobin types. Saha and Banerjee (1968) could not establish an association between ABO-Rh blood groups and the presence of pulmonary tuberculosis, though there was a lower incidence of 0 group persons among Chinese patients. No relation was found between pulmonary tuberculosis and glucose-6-phosphate dehydrogenase deficiency in any of the three ethnic groups studied (Saha, 1969) .
The results of these observations prompted the use of another genetic marker, namely abnormal haemoglobin gene, to study the genetic predisposition to pulmonary tuberculosis. Inquiries have been made in the past by other workers into a possible association of A-S and A-C traits with pulmonary tuberculosis, but the results were inconclusive (Table I) 43 Indians, were also investigated. These healthy subjects were attending SATA for routine clinical, radiological, and haematological examinations.
Details of the method of collecting blood have been given elsewhere (Saha, 1969 (Jonxis and Huisman, 1958; Lehmann and Huntsman, 1966) .
Results
The results are presented in Table II . The prevalance of abnormal haemoglobins in Chinese patients was less than that in control (X2 = 3-67 1 d.f.); the significance of the differences was more obvious when E haemoglobin was considered alone (x2 = 6-86 1 d.f.). There was no significant difference between the prevalance of abnormal haemoglobin in Malay and in Indian patients compared to normals.
Discussion
An association between resistance to pulmonary tuberculosis and the presence of 0 blood group was again found in Chinese patients (Saha and Banerjee, 1968) . The present results of the controls differ slightly from those of Vella (1960 Vella ( , 1962 . The discrepancy may have been due to differences in sampling and methodology. The prevalence of abnormal haemoglobins even in Vella's series (1960) differed from one locality to another. Besides, the present-day population of Singapore may be different in composition from that of a decade ago.
The present results revealed a significant difference in the prevalance of abnormal haemoglobins among Chinese with pulmonary tuberculosis compared with controls. Failure to show a comparable difference between patients and controls among Malays and Indians supports the view that a racial factor may influence predisposition to pulmonary tuberculosis. This is compatible with an ethnic influence in the aetiology of duodenal ulcer as indicated by variable levels of significance in White and Negro patients in relation to association between ABO blood groups and duodenal ulcer (Roberts, 1959 
